gesting acute glomerulonephritis. Nephrosclerosis was present on renal biopsy. Aldosterone levels were unresponsive to variations in dietary salt intake and plasma renin activity was suppressed. Following oral dexamethasone therapy (2 mg/day), plasma aldosterone decreased to undetectable levels, serum potassium normalized and plasma renin activity gradually increased. Dexamethasone also restored the normal responsiveness of the renin-aldosterone system to postural stimuli. The patient exhibited a marked response to a single dose of ACTH with a rise in plasma aldosterone. Long-term blood pressure control and normal potassium levels have been achieved with oral prednisone therapy (5 mg/day) for a period of one year. This case of dexamethasone suppressible hyperaldosteronism (DSH) illustrates that the degree of hypertension in this syndrome may produce severe renal microvascular lesions. DSH should be considered in all children who present with low renin hypertension.
Arterial hypertension resulting from overproduc¬ tion of aldosterone is uncommon in the paediatric age group. Prior to 1967, only ten cases of primary aldosteronism had been described in children (New & Peterson 1968) . Bilateral adrenal hyperplasia was the predominant pathologic abnormality, in contrast to adults where a hormone producing tumour is the usual aetiologic entity. A rare sub¬ group of hyperaldosteronism has been described among several families during the past decade (New et al. 1973; Giebink et al. 1973; Grim 8c Weinberger 1980). Its (New et al. 1966 Fig. 1 are those obtained at 10.00 h.
Results
The results of the three metabolic study periods are depicted graphically in Fig. 1 (Grim & Weinberger 1980) . In normal individuals, ACTH administration causes a transient elevation of aldo¬ sterone, but this effect is not prolonged, and aldo¬ sterone levels return to normal after several days (Newton & Laragh 1968) . In one of the earliest reports of this syndrome (New & Peterson 1967) , elevated ACTH levels were described, but this has not been a consistent feature. However, other studies in patients with DSH have indicated that the aldosterone response to ACTH administration is exaggerated and prolonged (Rauh et al. 1978 
